Introduction
The neoplastic transformation ofcells is, at the most fundamental level, the consequence ofevents that take place initially at the level of the gene, ie. , they result from such perturbations as deletions, point mutations, translocations, amplifications, etc. (7,21,41) . However, effector molecules must be recruited as participants in the orchestrated, multi-step process that leads to tumor promotion and progression. Normal as well as aberrant genes (oncogenes) may be transcribed and translated in tumor cells, but the normal gene products may or may not facilitate the process ofoncogenesis (6, 7, 20, 21) .
It is probable that the normal molecular events which enable developing mammalian cells to differentiate in an orderly manner, on which enable normal mature cells to execute their highly specialized functions, will differ from the abnormal molecular events requined for tumor promotion and progression. Tumors that arise in specific organs are generally classified on the basis of the cell types or tissues from which they are presumed to originate. keratins (chonoid plexus epithelial cells) can also be found in brain (15, 36, 37, 42, 48, 53, (61) (62) (63) (64) and many of these tumors also co-express NF and kenatin proteins (14, 30, 31, 35, 46 (14, 16, 17, 22, 23, 28, 30. 33, 35, 46. 54, 55, 58-63 
